Dr Louis Forman: I feel doubtful of the diagnosis of ulerythema ophryogenes, which would require the presence of vermicular scarring of the cheeks and eyebrows, with loss of hair and a background of telangiectasia; these signs are not found in this patient. Epidermolysis Bullosa Acquisita and Crohn's Disease J S Pegum MD FRCP and J T Wright DM FRCP (London Hospital, London El) K S, aged 27. Fireman History: In May 1970 blistering on bony points in response to trauma began and has persisted. At the peak of intensity, turning over in bed results in blisters at the elbows. He notices that the skin comes away when he knocks himself. Weight loss of 13 kg over past two years. At the time blistering began, or perhaps earlier, he developed abdominal pain 'like hunger pains'. Has had diarrhaea over the past two years. He noticed lethargy in late 1971 and the works doctor found him to be anemic. Family history: Not significant. On examination: Fit-looking rather thin man.
Scars, redness and scaling on elbows; knuckles and bony points red and scaly with milia and albo-papuloid change and scarring: red scaly patches on knees and ankles. Investigations 
Discussioni
According to Roenigk et al. (1971) epidermolysis bullosa acquisita is significantly associated with lymphoma-like lesions, myelomatosis, Crohn's disease, ulcerative colitis and diabetes mellitus.
In 1972 Almeyda showed to this Section a patient who developed epidermolysis bullosa in middle life; she was found to have carcinoma of the bronchus. Our patient fulfils the criteria suggested by Roenigk et al. (1971) for the diagnosis of epidermolysis bullosa acquisita: (1) Clinical lesions of epidermolysis bullosa of the dystrophic type, in which mild trauma produces bullh over joints of hands, feet, elbows and knees, leading to skin atrophy, scarring and milia; there may also be nail dystrophy. (2) Onset during middle or later adult life. (3) No family history of blistering.
(4) Tests for other bullous diseases, e.g. porphyria, pemphigus, pemphigoid and dermatitis herpetiformis, are negative.
Dr H R Vickers: The association of epidermolysis bullosa acquisita with Crohn's disease must be extremely rare. Since this condition is seen with internal malignant disease, it might be wise to exclude malignant bowel disease, perhaps in addition to Crohn's disease, in this patient. X-linked Epidermolysis Bullosa (Mendes da Costa), Poikiloderma, Retarded Growth J S Pegum MD FRCP and C A Ramsay MRCP (Queen Elizabeth Hospitalfor Children, Hackney Road, London E2) S B, Kenyan Asian boy, aged 12 History: Born in Nairobi (birth weight 3.2 kg), came to UK in 1971. Skin normal at birth but at 4 days blisters appeared on legs and later spread all over body, continuing to age 2 years. Skin has since been dry and dyschromic,' bleeding readily on trauma. In 1971 he developed sores and bleeding of gums. General health good. Attends a normal school and keeps up with the others. Family history: Not significant. On examination: Small in size, below 3rd percentile for height and weight. Skin dry and dappled with whitish and cafe-au-lait areas, scabs on cheeks (Fig 1) . Parts of skin atrophic, especially on lower legs, dorsa of feet and of hands ( Fig 2) . Depressed scar on small of back. Skin in bathing-trunk area is more normal than elsewhere. Syndactyly of second and third toes. Gums hyperplastic and vascular. Dental plaque shows red fluorescence under Wood's light. Investigations: Monochromator tests for light sensitivities normal.
Skin biopsies (Dr E Wilson-Jones) from pigmented and depigmented areas of trunk: connective tissue altered in the papillary body and shows slight fibrosis; striking lack of normal elastic tissue; these changes could be end result of epidermolysis bullosa; some loss of epidermal pigmentation. 
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My patient was a girl of 14 observed in Great Ormond Street Hospital from the age of 4. She had blisters from birth and at the same time a vivid erythema of the cheeks and neck which later turned into the typical pattern of poikiloderma. The blisters ceased at the age of 8, but the poikiloderma spread to the upper arms and the anterior scapular areas; a progressive atrophy developed, especially involving the forearms, hands, legs and feet, where the skin appeared thin, shiny and wrinkled. The mucosa of the mouth was red and swollen, the nails dystrophic, there was keratosis of the palms and soles and syndactyly of the second and third toes. I saw only once, a few years previously, a similar association of poikiloderma, blister formation and an even more severe atrophy of the skin in twin sisters, aged 50, shown by Professor Sorsby to Dr Brain and myself. A report was published under the title 'Essential shrinking of the conjunctiva in a hereditary affection allied to epidermolysis bullosa' (Sorsby et al. 1951) , but a coloured photograph of face and upper trunk strongly suggested Rothmund-Thomson's disease.
Dr C A Ramsay: Investigations for xeroderma pigmentosum were carried out on this patient. Response to narrow waveband monochromatic radiation was normal. Erythematous responses to ultraviolet of the 'sunburn' spectrum (300-320nm) were obtained, which faded in 36-48 hours. The delayed and persistent response to sunburn ultraviolet, seen in a number of patients with xeroderma pigmentosum was not present. Tests at all other wavelengths were negative.
Fibroblasts cultured from a skin biopsy were examined by Dr J Parrington at University College, London. These cells performed normal unscheduled repair of deoxyribonucleic acid after ultraviolet radiation, a repair process which is usually absent or markedly impaired in xeroderma pigmentosum.
Normally these tests would exclude the diagnosis, but it should be stressed that 3 recent patients with xeroderma pigmentosum showed normal repair of DNA in cultured fibroblasts after ultraviolet radiation (Cleaver J E, 1972, JournalofInvestigative Dermatology 58,124) .
Dr Gerald Lazarus (New York): This patient is similar to two seen in the course of my investigations into epidermolysis bullosa (1972, Journal of Investigative Dermatology 58, 242). All three have a blistering disease which scars; this suggests that the primary pathological defect involves the dermal connective tissue (Pearson R W, 1962, Journal of Investigative Dermatology 39, 551). Both my patients developed blisters as newborn infants. The blisters were provoked by mechanical trauma and sun exposure; healing left fine scarring and milia, especially over the extensor aspects of the limbs. The most striking scarring was over the palms and soles, where there was obliteration of normal dermatoglyphics and fine atrophic skin; no webbing of digits or compromise of function occurred. Both patients had a tendency to ectropion but whether this was directly related to previous blisters was not clear. The most startling aspect of their clinical presentation was a xerodermatous appearance of the skin, particularly in areas of sun exposure. Neither patient had abnormal porphyrin metabolism and one patient was studied for DNA repair defects by Dr Peter Burk of the Dermatology Branch of the National Cancer Institute and was found to be normal.
It appears that the present patient and my two patients constitute a sub group of epidermolysis bullosa. Their clinical course is characterized by diffuse blistering in childhood provoked by trauma and sun exposure; this tendency decreases with age. The process results in: distinctive atrophic scarring of the palms and soles with obliteration of normal skin markings, scarring and milia formation over the extensor aspects of the limbs, a tendency to ectropion, and a xerodermatous appearance of sun-exposed areas of skin. This process might well be designated xerodermatous dermolytic bullous dermatosis, to indicate the unique clinicopathological appearance.
Microsporum audouini Infection of Scalp and Hair in an Adult Napier Thorne MD FRCP (Prince of Wales's General Hospital, Tottenham, London N15) Mrs M 0, aged 28 History: Born and lived in Nigeria until coming to England in 1965. Six months ago, at the onset of her present pregnancy, she developed a few small lumps on scalp which bled when traumatized. The lesions persisted without much alteration, and the patient had not noticed hair loss. Past history: not relevant. Her 3-year-old daughter's skin and hair were healthy.
On examination: Grouped small granulomata in right parietal region of scalp, with evidence of bleeding; no bald patches or broken hairs were visible (Fig 1) .
Wood's light examination: Fluorescing hairs scattered widely over scalp.
Histology: Granulomatous fungal folliculitis with hairs surrounded by spores.
